Acute angle closure glaucoma is a great mimic of other ocular, neurological and gastrointestinal conditionsl. In intermittent or subacute angle closure glaucoma pain is commonly referred to the temple but seldom to the jaw.
CASE HISTORY
A woman aged 57 consulted her dentist because of intermittent pain in her right upper jaw associated with blurring of vision in her right eye. Both symptoms occurred towards evening and were relieved by sleep. There was no history of haloes, ocular pain or redness of the eye. The pain was unrelated to chewing. The dentist extracted two teeth first an impacted right upper third molar (wisdom tooth); then, when the pain persisted, the right upper second molar, which had previously been treated for caries. A sharp bony spicule on the right maxillary alveolus was later detected and filed under local anaesthesia. Her symptoms continued and, ten weeks later, the right eye became red and painful with drastically reduced vision. The pain in the right upper jaw was worse. In the eye casualty department visual acuities were counting fingers in the right and 6/9 in the left eye. Intraocular pressure was 62 mm Hg in the right eye and 20 mm Hg in the left. The affected eye was inflamed and examination revealed corneal epithelial oedema, a shallow anterior chamber and a vertically oval fixed pupil. The left eye had a shallow anterior chamber and narrow angle. Acute angle closure glaucoma was diagnosed and she was treated with intravenous acetazolamide, intensive topical 4% pilocarpine to the right eye and ultimately intravenous mannitol. Bilateral NdYAG laser iridotomies were performed to prevent further attacks. Three months later she was completely free of symptoms with visual acuities of 6/6 and 6/9 in the right and left eyes, respectively.
COMMENT
The mechanism of angle closure glaucoma remains controversial. Eyes with shallow anterior chambers, further compromised by the naturally thickening lens, are susceptible to blockage of the drainage angle by the peripheral iris. This potential obstruction is exacerbated when the iris is mid dilated, ofen in response to dim illuminationl. This causes pain, associated with visual disturbances and or haloes around lights due to the corneal oedema. The block and its symptoms, are sometimes relieved by pupillary miosis, induced for example, by entering a brightly lit room or by sleep. Should the block continue, a cycle develops with a continuing rise in intraocular pressure that exacerbates symptoms without relief and leads to acute angle closure glaucoma. Many patients with full-blown angle closure glaucoma give a history of intermittent attacks that have resolved spontaneously in the past. Acetazolamide and mannitol reduce aqueous production and pilocarpine induces miosis, thus breaking the cycle. Peripheral iridotomy prevents forward bowing of the flaccid iris in the mid dilated state, and thus stops further attacks.
The present patient was unusual in that pain was localized to the upper jaw. The ophthalmic division of the trigeminal nerve supplies sensory fibres to the eye, the mucous membrane of the frontal sinus and the upper nasal cavity. The maxillary division of the trigeminal nerve supplies the teeth of the upper jaw, the mucous membrane of the maxillary sinus and of the lower nasal cavity, upper lip and the hard and soft palates. Referred pain is common in the trigeminal distribution2 but much more to the temple than to the jaw. There is a previous reported case of acute angle closure glaucoma in which the patient consulted a dentist for facial pain, but that patient also had a painful red eye3. When facial pain is associated with visual symptoms or features of ocular inflammation, an ophthalmic opinion is warranted.
